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We report a case of a 33-year-old female with history of Systemic Lupus Erythematosus (SLE) presenting with acute febrile illness
and unilateral parotid gland enlargement progressing to septic shock. The chest imaging showed bilateral multilobar inﬁltrates
and Pneumococci were identiﬁed in the blood cultures. The patient was treated with broad-spectrum antibiotics. The underlying
imunosupression caused by SLE and long-term steroid treatment could have predisposed this patient to invasive Pneumococcal
disease.
Copyright © 2009 A. Kataria and A. S. Multz. This is an open access article distributed under the Creative Commons Attribution
License, which permits unrestricted use, distribution, and reproduction in any medium, provided the original work is properly
cited.
1.Introduction
Parotitis is usually a polymicrobial infection caused by Stap-
hylococcal aureus and anaerobic organisms [1, 2]. It is rare
for Pneumococci to seed the parotid gland [3, 4]. However,
it is important to recognize the bacterial seeding of the
parotid gland and its potential to cause sepsis especially in
a predisposed individual.
2. Case Presentation
A 33-year-old Indian female with a history of SLE for 5
years presented to an emergency department (ED) after a
feeling of neck pain, lump, and fever for 2-day duration. She
had been having a mild dry cough for the same duration.
The 3–5cm neck lump was in the left parotid region, and
was tender, but not erythematous or ﬂuctuant and was
not draining any material. There were bibasilar crackles in
the lungs. The abdomen was benign and there were no
meningeal signs. Within hours of arrival into the hospital,
she became hypotensive and lethargic requiring vasopressor
support. The patient was intubated in the intensive care
unit (ICU) and started on broad-spectrum antibiotics with
Vancomycin, Imipenem, and Mycofungin, in view of her
immunocompromised status. The patient had been on oral
steroidsforthelastseveralyearsandoninﬂiximabforseveral
months for her lupus nephritis.
3.HospitalCourse
The patient had a CT scan of neck and chest in the ED.
Complete blood count, metabolic panel blood cultures,
urine cultures, and urinalysis were sent at the time of the
admission.
The CT of neck (Figure 1) showed ﬁndings suggestive of
left parotitis and inﬂammation spreading to left pharyngeal
mucosa and parapharyngeal space and retropharyngeal
space.
CTchest(Figure 2)showedbilateralmultilobarpneumo-
nia. She had an elevated WBC count of around 12000/mm3
and a platelet count of 129000 at the time of admission. Her
creatinine was 1.55mg/dL. A metabolic acidosis (pH of 7.2)
with bicarbonate measuring 13mEq/L was noted. Thyroid
function tests were consistent with sick euthyroid syndrome.
The blood cultures grew Streptococcus Pneumoniae after 18
hours of incubation.
4.ClinicalProgress
The patient was continued on Imipenem and Vancomycin
in the ICU, and had signiﬁcant clinical improvement. The
Streptococcus Pneumoniae was sensitive to erythromycin,
penicillin ceftriaxone, levoﬂoxacin, and vancomycin. On day
4 in the ICU, the antibiotic coverage was de-escalated to
Vancomycin. She was extubated on day 5 and transferred2 Case Reports in Medicine
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Figure 1: CT Neck showing the abscess.
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Figure 2: CT chest showing the diﬀuse bilateral pulmonary
inﬁltrates.
to ﬂoor. The swollen parotid gland regressed to normal
size within 10 days. She subsequently became bradycardic
on the day of anticipated discharge. Her EKG showed a
sinus tachycardia and new ST wave changes. She did not
have any shortness of breath or chest pain at that time.
No new murmurs or any other stigmata of endocarditis
were noted. She underwent transesophageal echocardiogram
which showed no evidence of any myocardial abscess or wall
motion abnormality. She did not make any troponin or CK-
MB. Eventually, her sinus bradycardia subsided on its own
without the use of pacing or pharmacological agents, and the
patient was discharged after 2 more days without any more
events. She completed her 2-week course of intravenous
antibiotics.
She is being followed after discharge by cardiology,
infectious disease, and rheumatology. Her parotid gland
returned to normal size and all the signs of inﬂammation
subsided. Serial EKG showed reversal of the ST wave changes
found before, and she remained asymptomatic.
5. Discussion
Invasive Pneumococcal disease continues to be the common
cause of mortality and morbidity in all age groups, despite
the diligent use of Pneumococcal vaccine in the community
[5, 6]. One out of every 3 to 4 individuals aﬀected with
pneumococcal pneumonia develop invasive pneumococcal
disease, with the bacteria seeding via the blood stream into
meninges, heart, joints, spine, and soft tissues [1]. The major
riskfactors[7] for developing invasive pneumococcal disease
are advancing age, being a young child, those patients with
chronic systemic disease, those with immunosuppressive
conditions [8], and patients with indwelling hardware.
Viruses, especially the Mumps virus, used to be the
most common cause of acute parotitis [9] in the prevaccine
era. The most common pathogens associated with acute
bacterial parotitis are Staphylococcus aureus and anaerobic
bacteria [2]. The predominant anaerobes include Gram-
negative bacilli (pigmented Prevotella and Porphyromonas
spp.), Fusobacterium spp., Peptostreptococcus spp.,and Strep-
tococcusspp. (S.pneumoniae).Gram-negativebacilli(includ-
ing Escherichia coli) have also been reported [10]. There are
rare cases in literature in which the Pneumococci seed the
parotid gland [3, 4] causing its enlargement. Such cases may
mimicothercausesofbacterialparotitisbutitshouldbekept
in mind that Pneumococci have the potential of seeding into
the blood stream and causing fatal bacteremia.
A bacterial infection of the parotid gland usually follows
patients who are dehydrated, elderly, have poor oral hygiene,
in patients receiving intensive care, and in newborns [2]. It
has rarely been described in patients who are HIV-positive
or other immunodeﬁciency syndromes [11, 12]. Rarely,
parotitis has been described in Lupus patients [13]. Acute
bacterial seeding should be considered in a patient who has
presents with signs of septic shock and swelling of parotid
gland. The abscess might need emergent drainage if any
ﬂuctuance is obvious but might not yield much pus in case
of Streptococcal infections because of its diﬀuse spreading
nature.
6. Conclusion
Acute bacterial parotitis can initiate the seeding of pneumo-
cocciin theblood especiallyin caseofimmunocompromised
individuals and also may be a presenting feature in an indi-
vidual as a parotid swelling. Prompt use of imaging studies
and blood cultures followed by intravenous antibiotics may
be life saving in this regard.
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